Airway closure occurs in both central and mixed apnoea and appears to be important in the pathophysiology of mixed apnoea. Central and mixed apnoea are part of a continuum of airway closure and not separate entities.
total of 309 apnoeas of at least five seconds' duration were recorded. One hundred and eighty (58-0%) were central, 109 (35-5%) mixed, and 20 (6.5%) obstructive.
Airway closure was noted in 47% of apparently central apnoeas. Airway closure occurred as apnoea lengthened; the airway remained patent in 38% of apnoeas of 5-9 seconds, 17% of those 10-14 seconds, and 11% of those 15-19 seconds' duration. Airway closure occurred in every apnoea of ¢20 seconds. As a consequence, closed apnoeas were longer than open apnoeas (mean 9-7 v 6-6 seconds).
In 72% of mixed apnoeas, airway closure was recorded during the central element and this usually preceded obstructive breaths. In 20% of mixed apnoeas and 15-5% of the total group the airways closed, having previously been patent. This occurred after a meap of [3] [4] [5] seconds (range 1-17). Mixed apnoea produced a significantly greater drop in arterial oxygen saturation than central apnoea, but only because of the greater duration of mixed apnoea.
Airway closure occurs in both central and mixed apnoea and appears to be important in the pathophysiology of mixed apnoea. Central and mixed apnoea are part of a continuum of airway closure and not separate entities.
Upper airways obstruction is an important factor which predisposes to the development of apnoea in preterm infants.' Pure obstructive apnoea is rare, however, occurring in 10-12% of apnoeas in published series.1-3 Mixed apnoea, with both central and obstructive elements, is more common and its prevalence increases, relative to pure central apnoea, as apnoea duration lengthens.2 3 It is not known, however, whether these two types of apnoea have different aetiologies, with mixed apnoea being intrinisically longer, or whether they are part of a spectrum, with initially central apnoeas becoming mixed as the apnoea continues.
Our group has previously reported that airway closure may occur during apparently central apnoea. 4 If airflow is measured at the mouth and nose during tidal breathing an artefact, produced by the transmission of the cardiac impulse up the patent airway, is also recorded. This cardiac artefact is usually present during central apnoea in preterm infants but disappears when airway closure occurs.
It has been demonstrated previously that the presence of the cardiac artefact is a reliable indicator of upper airway patency. All apnoeic episodes with a cardiac artefact present on the flow trace began at end expiration and if the artefact persisted until the end of the episode, the first respiratory effort always produced a tidal volume. In the absence of the artefact, apnoea could begin at other points in the respiratory cycle and in over half of these episodes the first respiratory effort did not result in a resumption of flow. 4 We (14) 22 (20) 
The difference in the distribution is significant (x2, p=0*0001).
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patent airway closed the airway remained patent for a mean of 3-6 seconds (range 1-17); this was followed by a mean closed element of4 6 seconds (range 1-16 
